cause of the onset of duodenal ulceration, there is no doubt that its persistence is associated with increased acidity of the gastric juice. This is a physical character of the individual, based upon an excess of acid-secreting mucosa in the stomach.
Failure to reduce this acidity is the chief cause of post-operative ulceration at the anastomosis, since the jejunum is even more vulnerable to acid chyme than the duodenum. Thus in experimental animals gastro-jejunal ulcers can be produced by simply by-passing the alkaline juices of the duodenum into the intestine beyond the gastric anastomosis. The counterpart of this arrangement in human surgery is a gastro-enterostomy made with a Roux 'Y' loop, or the addition of an entero-anastomosis to an otherwise standard operation. Both these procedures nearly always result in ulceration at the stoma and have long since been discarded in practice.
When a gastro-enterostomy is performed for duodenal ulcer, the acid juice is diverted away from the lesion and it promptly heals. The operation may, of course, result in a further erosion at the anastomosis, whereby the patient will be in worse case than before, but the ulcer in the duodenum will always heal. Radiologists, unable in some cases to demonstrate the real cause of the trouble at the stoma, and observing the old duodenal deformity, are apt to interpret this as persistence of the ulcer there. This is practically never so; only complete stenosis of the stoma will cause a reactivation of the original duodenal lesion after gastro-enterostomy. Gastric Pre-operative selection of cases from the standpoint of the degree of the hyperacidity must therefore be considered. This was much in vogue in the period between the wars. In those days, before the advent of antibiotics and non-toxic anaesthesia, partial gastrectomy was an operation involving a considerable risk to life, whereas gastro-enterostomy was not. The choice of operation was therefore most anxiously weighed, and the major procedure was only undertaken if the test meal revealed a very high acidity. The results with regard to recurrent ulceration were disappointing, chiefly perhaps because a test meal in hospital is a poor guide to the acid potential of the patient in ordinary life. Nevertheless the theory was sound, and once more becomes important now that gastrectomy, though no longer risky, has proved to be not devoid of undesirable sequelae.
It is interesting, therefore, to find that the degree of hyperacidity appears to be roughly proportional to the number and size of the folds in the gastric mucosa; the greater the surface area, the greater the acid-secreting potential of the individual. This emerged quite clearly from a gastroscopic review of Sir James Walton's follow-through series of gastro-enterostomized duodenal patients carried out by the writer 14 years ago. Those 
